The aetiology of ulcerative colitis remains unknown. However, within the inflamed mucosa there is an increase in plasma cells producing IgG or IgM,' complement activation23 and activation of macrophages`7 and lymphocytes. 89 For the initiation of a specific immune response by helper T cells, antigen must be presented to them by a cell expressing major histocompatibility complex (MHC) class II proteins. Class II molecules are present on antigen presenting cells, dendritic cells, B cells, monocytes, and macrophages. The normal colonic epithelial cell does not express HLA-DR molecules unless it becomes inflamed."'-'3 Thus, it is possible that colonic epithelial cells may function as antigen presenting cells once HLA-DR is induced in an analogous way to thyrocytes."4'5 Therefore, it is possible that this increased antigen presentation could be responsible for inducing chronic disease as seen in patients with ulcerative colitis and Crohn's disease. However, since HLA-DR expression occurs in infective colitis,'6 which can be selflimiting, other factor(s) must be involved.
Bland and Warren have shown that Ia+ (class II) bearing columnar epithelial cells isolated from the rat small intestine can present protein antigen in vitro, inducing proliferation of primed T cells. ' (Fig 1) . The induction of HLA-DR antigens was assessed quantitatively by flow (2) 40 (1) 70 (3) 90 (3) 100 (6) Day 5 The three antibodies to class II MHC antigens showed differences in the degree of inhibition of HLA-DR activation. Antibody 20-15-21 resulted in 80-100% inhibition, NFKZ 35-80%, and 16-27-21 in only 0-40%. Similar degrees of inhibition occurred whether CD3+ or CD8+cells were analysed. Antibody to class T molecules showed no inhibition of IEL activation and indeed, in some experiments activation was increased (data not shown).
Discussion
We have confirmed that a class TT expressing colonic cancer cell line HT-29 activates IEL and might therefore behave as an antigen presenting cell. Mayer and Schlien have already provided some evidence that such a mechanism can occur using human peripheral blood cells as responder 
